Macrophages are a heterogeneous population of cells that play a role in the innate immune response to infection. Recent studies have shown that macrophages are key cells in the development of obesity, wherein there is progressive infiltration of macrophages into the adipose tissue. These adipose tissue macrophages are referred to as classically-activated, or M1, macrophages (1) . They release proinflammatory cytokines such as IL-1, IL-6 and TNFa creating an inflammatory response that can contribute to insulin resistance and type 2 diabetes mellitus (2) . In lean individuals macrophages are in an M2-polarization, or alternatively-activated, state and are thought to protect against inflammation. The IL-1 receptor type 1 (IL-1R1) is responsible for transmitting the pro-inflammatory effects of IL-1. The aim of the present study was to determine the number of adipose tissue macrophages and their activation state using flow cytometry in wild type (WT) mice and in IL-1R1
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-/ -mice at certain time points over a period of 16 weeks. C57BL/6 WT and IL-1R1
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